important for histone lysine demethylation rather than have been proposed, no enzymatic reaction has been generic amine oxidation. These studies will also be inforidentified that would remove a histone lysine methyl mative for cofactor binding and formaldehyde neutralmark to generate the unmodified state.
) that could also convert tri-methylated lysine. Direct radical attack on the methyl-carbon by Fe(II)-and ␣-ketoglutaratedependent dioxygenases would lead to the formation of an unstable carbinolamine, followed by the generation of unmodified lysine and formaldehyde. There is no experimentally proven evidence that this hydroxylation mechanism works on methylated histone lysine residues. Activating histone lysine marks (e.g., H3-K4) are shown in green, whereas repressive histone lysine methylation marks (e.g., H3-K9) are indicated in red. remodeling activities to help revert repressive marks, ation by LSD1 reflect a specific and genuine reversion to an unmodified histone lysine residue, it is only comsuch as H3-K9, H3-K27, and H4-K20 methylation, and whether there will be an active enzymatic mechanism patible with mono-and di-methylation. Since di-methylation is converted to the ground state, LSD1 appears to convert histone lysine tri-methylation to an unmodified state.
to be a processive enzyme, but it cannot remove trimethyl groups from modified lysine positions. 
